Abstract. In the neonatal period of the rat, pancreatic thyrotropin-releasing hormone content decreases and the sensitivity of insulin secretion to glucose increases. In adult rat islets, TRH inhibits glucose-induced insulin release. The aim of this study was 
Pancreatic islets contain thyrotropin-stimulating hormone and in the rat highest islet TRH content is observed 3-4 days postnatally (9) (10) (11) (12) (13) . It Hormone content and release were expressed on a perislet basis. However, since the size of fetal and adult islets may differ, the protein content of fetal and adult islets was determined (19) . It was 0.8+0.04, 1.0+0.02 and 1.8+0.04 ug/islet (N=4) in fetal islets cultured overnight or for one week and in adult islets, respectively.
Radioimmunoassays
Insulin (20) , somatostatin (21) and TRH (14) were radioimmunologically measured with our own specific antisera, and glucagon with the pancreatic-specific 30 K antiserum. Crystalline porcine insulin and glucagon (22) (Fig. 3) . The content of in¬ sulin, glucagon and somatostatin, as recorded in fetal and adult islets (Fig. 3) , was inversely corre¬ lated (p<0.001) with that of TRH.
Discussion
We here demonstrate a time-dependent decrease in fetal islet TRH content during one week of cul¬ ture concomitant with an increase in other hor¬ mones and a maturation of the insulin secretory response. This has not been demonstrated before and indicates that islet maturation may involve a reduction of the TRH content. However, the islet TRH content after 7 days of culture was still higher than that in adult islets. Scharfmann et al. (13) saw no difference in the TRH content between fetal islets cultured for 5 or 25 days. The content after 25 days was still several fold higher than that in islets isolated from 14-day-old rats (13 (14) . TRH inhibits glucose-induced changes in insulin and glucagon release but enhances the somatosta¬ tin response (14) . The (14) . A full maturation of islet cell responses to glucose might require a further reduction of the content of TRH (to the low levels of the adult) and the development of a capacity for glucose to inhibit TRH secretion.
